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Abstract; Alzheimer’s disease is the most common dementia in the aged population and is characterizd by hidden

attack and progressive development. Some studies showed that exosomal microRNAs( miRNAs) regulates the shear-

ing of amyloid precusor protein , deposition of beta-amyloid peptides( AB) and phosphorylation of Tau protein, influ-

encing the generation of neuritic plaques and neurofibrillary tangles. In addition, special miRNAs can be transpor-

ted by exsome across blood-brain-barrier and inhibit Tau phosphorylation. Measuring the expression profile of exoso-

mal miRNAs in the peripheral blood may be a non-invasive diagnosis and treatment method of AD.
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